Introduction
In the course of autophagocytosis, parts of the cytoplasm are first enwrapped by thin, cap-shaped cistennae, which are conventionally called isolation membranes but more correctly should be called isolation envelopes. These envelopes rapidly seal at their rims, giving rise to double-walled vacuoles designated as autophagosomes.
Thus autophagosomes are initially lined by two membranes, the outer and inner limiting membranes, but soon become lined by a single membrane formed eithen by digestion of the inner one or by compaction of the two membranes. The autophagosomes acquire acid phosphatase and various other hydnolytic enzymes by fusion with pre-existing primary or secondary lysosomes, and at this stage the vacuobes are referred to as autolysosomes (5,10).
The origin ofthe membrane surrounding autophagosomes has given rise to many speculations. Dc novo formation has been considened by some authors (3, 27, 30) . Because autophagosomes can be induced even when protein synthesis is almost completely inhibited (2, 16, 20) , it is generally accepted that the isolation membnanes originate from the membranes pre-existing within the cell. were not stained ( Figure  1C ). This is presumably because of the heterogeneous distribution of the lectin binding sites even on the dilated portions. When the dilated peripheral portions were fused together and autophagosomes were completed, the probable sites offusion were labeled with the three kinds oflectin (ConA, Figure  1C ; RCA-120, Figure 2D ). Occasional lack ofstaining ofthe autophagosomes ( .
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-:-L--- It is noteworthy that the contents of matune autolysosomes were densely and homogeneously stained with ConA but were stained to a much lessen degree with RCA-120 and WGA (compare Figure  1A with Figures  2C, 2D, and 3D ). This result could be expected because most of the lysosomal enzymes contain N-linked glycoproteins with high-mannose type oligosaccharide chains (18), which bind preferentially with ConA.
The specificity of the bectin binding experiments was tested by the addition of inhibitory sugars to the lectins; a-methyl mannoside to ConA ( Figure  1D ), lactose to RCA-120 ( Figure  2E ), and a-N-acetylglucosamine to WGA ( Figure  3E) , on by omission of incubation with the lectins (data not shown). These treatments resulted in almost complete inhibition of the labeling.
Discussion
It has been well established biochemically and cytochemically that the complex type N-linked obigosacchanide chains of gbycopnotein do not exist in the pre-Gobgi compartments but are localized cxcbusively to the post-Golgi compartments (18, 29, 31, 35, 38, 41, 42 
